seen to have pneumoperitoneum, but no free fluid. In the small bowel mesentry 5 cm distal to the ligament of Treitz, there was a collection of gas containing cysts ranging from 2 to 5 mm in diameter, and extending for approximately 100 cm along the small bowel. The mesenteric vessels were all pulsatile, and the bowel appeared healthy. There was no sign of acute or chronic peptic ulceration. No further intervention was considered necessary and the abdomen was closed. Predictably, she developed a chest infection which was treated with prolonged oxygen therapy and antibiotics. The remainder of the postoperative course was uneventful and on the seventh day no gas was visible on a plain abdominal radiograph. She was discharged 11 days after surgery on a gluten free diet and remains well 18 months later. (1) gas-forming infections; (2) interstitial emphysema; (3) cystic pneumatosis (pneumatosis cystoides intestinalis). The role of gas forming organisms has been extensively documented and will not be discussed further. Interstitial emphysema is defined by the typical appearance of linear gas streaks on plain radiographs. There are no cysts identified and no clinical evidence of gas forming infection. Therefore cystic pneumatosis is really a diagnosis of exclusion.
In 1952 Koss hypothesised that one required raised intraluminal pressure and a break in mucosal integrity to develop these cysts, but in 15% of his reported cases, neither of these parameters were obviously fulfilled.'3 Other authors2 have found the condition in patients with asthma and proposed a pulmonary origin of the gas. Keyting3 showed that rupture of an emphysematous bulla could lead to gas tracking along blood vessels to the lung root, and then through the aortic sheath to the mesenteric vessels. These authors noted that the gas bubbles tended to be grouped around the distribution of the major branches of the mesenteric vasculature.
Cystic pneumatosis has been noted in association with mesenteric infarction' where, together with gas in the portal vein, it is a grave prognostic feature, and a similar association exists with ischaemic colitis.
In 1933 Jung and Ngai33 documented the formation of subserosal gastric cysts in a patient undergoing surgery for a perforated gastric ulcer. The finding of cystic pneumatosis in perforated ulcers and jejunal diverticuli is rare,34 however, which may be due to the lack of raised intraluminal pressure caused by the massive intraperitoneal leak.
Cystic pneumatosis has been seen in a number of varying conditions and treatment should always be directed at the primary disease. Should a complication occur as a result of the cysts, then surgery may be required. The use of hyperbaric oxygen has recently been advocated,35 but such therapy must be prolonged for 48 hours after radiographic dissolution of the cysts.36 
